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BCMA-CD3 bispecific antibody PF-06863135 is currently under evaluation in an ongoing Phase 1
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Upregulation of immune checkpoints, such as programmed cell death protein-1 (PD-1) or 1o .
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programmed death ligand 1 (PD-L1) has been demonstrated downstream of response to CD3 T % 16 %o % do 1 f 4 %
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PF-06863135, which has potential for profound single agent activity that can be enhanced with
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BCMA is a T cell redirecting bispecific antibody
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